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INTRODUCTION 

Antiphospholipid syndrome is a condition in which there 

is increased tendency of formation of abnormal blood 

clots which results in blockage of blood vessels. This 

abnormal clotting capability is known as thrombophilia.  

There is definite association of thrombophilia with pre-

eclampsia, placental abruption, severe intrauterine growth 

restriction or fetal demise.1-4 In antiphospholipid 

syndrome, there can be formation of blood clots in nearly 

any blood vessel. Antiphospholipid syndrome affects 

women five times more commonly than men. It is 

typically diagnosed between the ages of 30 and 40 years. 

While up to 40% of patients with SLE test positive for 

the anti-phospholipid autoantibodies, only half develop 

thrombosis and/or experience miscarriages. The 

coexistence of thrombophilia with abruption placentae 

shows greater evidence of placental infarcts and necrosed 

areas within the decidua.5,6 These lesions justify the 

presence of placental abruption in cases with maternal 

thrombophilias.  

CASE REPORT 

27-year-old patient a case of BOH with 3rd degree 

consanguineous marriage with previous 2 FTND 

followed by neonatal deaths within 10 minutes after birth, 

presented in ANC OPD for registration. In view of BOH 

patient was admitted at 18 weeks gestation for thorough 

evaluation and investigations. Maternal and Paternal 

karyotyping was done to rule out translocation and was 

found to be normal. Lupus anticoagulant was positive. 

ACLA, ANA, Anti ds-DNA and Beta 2 Glycoprotein 

were all negative.  

Her haematology reference was done in view of LA 

positive status with Dilute Russel Viper venom test 

(DRVT) time of 48.6 seconds on a control of 32.8 

seconds. She was advised to take Tablet Aspirin 75mg 

OD and Injection Low molecular weight Heparin 
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throughout pregnancy and was advised to continue it for 

6weeks post-partum. Also, she was advised to increase 

dose of Heparin if there was increased resistance in 

umbilical artery on feto-maternal Doppler study. 

 At 30 weeks of gestation she came to emergency 

department with complaints of bleeding per vaginum. On 

clinical examination, there was no evidence of pre-

eclampsia, a clinical diagnosis of antepartum 

haemorrhage was made and ultrasonography was 

advised. On sonography placenta was found to be fundal 

and on anterior wall and there was no sign of placental 

separation as well. Patient was treated in ANC ward as a 

case of threatened preterm labour and she responded to 

tocolysis. All routine investigations were normal. Patient 

was given conservative line of management and was 

advised strict bed rest. 2 doses of injection 

Betamethasone 12 mg were given intramuscular 24 hours 

apart. Her complaints of spotting per vaginum reduced 

within 3 days, after that patient was discharged on her 

persistent request. One-week later patient again presented 

with bleeding per vaginum. Her general condition was 

good and per abdominal examination revealed tonically 

contracted uterus and a clinical diagnosis of abruption 

placentae was made and sonography was done which 

showed a retro-placental clot of 300-400 grams. An 

emergency lower segment caesarean section was done. 

The patient withstood the procedure well and baby was 

shifted to NICU. Initially, the baby was put on CPAP and 

IV fluids and IV antibiotics were started. Eventually, the 

baby maintained O2 saturation on room air and tolerated 

partial feeds well. There was adequate weight gain within 

a period of 3 weeks as the baby tolerated full feeds 

subsequently.  

DISCUSSION 

Thrombotic disease is one of the important cause of 

peripartum morbidity and mortality in the world. The 

cause of thrombosis in pregnancy is multifactorial due to 

the hypercoagulable state which is a physiologic change 

of pregnancy. Venous thromboembolism is seen in 

antiphospholipid antibody syndrome which is the main 

cause of acquired thrombophilias. The following criteria 

must be fulfilled for the diagnosis of antiphospholipid 

antibody syndrome. These diagnostic criteria should 

suggest H/O one or more episodes of documented 

thrombosis, and/or poor pregnancy outcome, preterm 

delivery at ≤34 weeks or preeclampsia or utero-placental 

insufficiency. Two tests for Lupus anticoagulant should 

be done at the interval of 12 weeks and they should be 

positive on 2 separate occasions and/or anti-cardiolipin 

antibody should be present with high titres >40 of either 

the IgG or IgM isotype, or the anti-beta2-glycoprotein 

should be positive of IgG or IgM isotype on 2 or more 

testing sessions with a gap of atleast 12 weeks.7 

Placental abruption has been identified as being part of 

the spectrum of ischemic placental disease and is 

postulated to be a chronic disease process. Maternal 

thrombophilia predisposes women to placental abruption 

by causing chronic utero-placental insufficiency rather 

than an acute disruption of the feto-maternal interface 

although a consistent association has not been 

established. During pregnancy the increased risk of 

thrombosis in these patients can be quite substantial and 

needs consideration. Patients with underlying 

thrombophilia may show thrombosis during pregnancy in 

almost 50% of cases. In addition to acquired 

thrombophilias giving rise to abruption various studies 

have suggested that hyperhomocystinemia may also be 

associated with placental abruption.8,9 Besides an 

increased risk of thromboembolic events, an association 

of hereditary Factor V Leiden mutation with impaired 

early trophoblast invasion early in gestation, eventually 

leads to preeclampsia, fetal growth retardation and other 

complications of pregnancy. In normal coagulation 

cascade, coagulation factor V forms a complex with 

activated factor X, phospholipids and Calcium ions, 

which transduces prothrombin into thrombin. A point 

mutation i.e. G1691A within the factor V gene the so-

called factor V Leiden leads to resistance to activated 

protein C i.e. APC-resistance 

Anticoagulant of choice during pregnancy is low 

molecular weight heparin although adjusted-dose 

unfractionated heparin (UHF) can also be used. Multiple 

advantages of LMWH like longer half-life, less number 

of injections required, less incidence of osteoporosis and 

good bioavailability have made it more preferred choice 

in comparison to unfractionated heparin. Low molecular 

weight heparin is initiated as early as possible in 

pregnancy and at the 36th week of pregnancy one needs to 

switch to unfractionated heparin in order to avoid 

complications of epidural anaesthesia that can occur with 

the longer half-life of low molecular weight heparins. In 

the postpartum period, either continuation of low 

molecular weight heparin or switching over to warfarin 

after overlapping is acceptable. 

CONCLUSION 

Our case shows that there is a strong correlation between 

the thrombophilia and pregnancy complications, most 

commonly abruption. The women with BOH should be 

thoroughly investigated and pregnancy should be 

carefully monitored. 
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